Immune chronic active hepatitis is a disease notorious for its unpredictability. In a patient with chronic hepatitis who has already suffered relapses a search for a second cause of jaundice is not usually necessary. This report emphasises the essential role of liver biopsy.
A 48-year-old woman became jaundiced initially in November 1978 when a diagnosis of infective hepatitis was made. Six months later she was still mildly jaundiced with abnormal liver function tests and a liver biopsy showed chronic active hepatitis without cirrhosis. She was started on steroids but was reluctant to continue because of Cushingoid features. Azathioprine 125 mg daily was introduced and continued and the steroids were withdrawn.
In 1981 when transferred to our care she was well with normal liver function tests (figure 1) . The hepatitis B surface antigen (HbsAg) was negative. A liver biopsy showed mild chronic persistent hepatitis with no active inflammation. Auto-antibody screen showed smooth muscle antibody IgG class present at a titre of 800, antinuclear antibody IgM class titre of 50 and IgG class titre of 25. In 1981 azathioprine was stopped, but nine months later the liver function tests had deteriorated and further liver biopsy showed chronic acute hepatitis with fibrous bridging. Azathioprine was restarted at a dosage of 100 mg/day with a gratifying improvement in the liver function tests and liver biopsy appearances. In 1985, a further attempt was made to withdraw immunosuppressive therapy; this resulted in worsening of her condition, including joint pains, which necessitated restarting azathioprine. The deterioration in her clinical status was matched by changes of chronic aggressive hepatitis on liver biopsy. A further liver biopsy in 1989 to assess progress, whilst she was well clinically with normal biochemical tests, showed inactive hepatitis with intact limiting plates (figure 2).
Early in 1992, whilst on azathioprine, she became ill again with malaise, anorexia and mild jaundice. Liver function tests showed a bilirubin of 50 yimol/l (n= < 17 ,umol/1), alkaline phosphatase 262 U/1 (40-120 U/1), alanine transaminase 668 U/l (<50 U/1) and gamma glutamyl transferase 2005 U/l (<70 U/1). Testing for hepatitis C by anti-HCV, anti-GOR' (an autoantibody found in hepatitis C infection which reflects HCV specific autoimmunity and which reacts against a fusion protein expressed by a cDNA clone {GOR 47-1} derived from a chimpanzee infected with non A, non B hepatitis) and polmerase chain reaction were negative. The liver was shown to be small on ultrasound. There were no gallstones or dilated bile ducts. Anticipating a further relapse of her hepatitis, another liver biopsy was performed under ultrasound control. Surprisingly this showed intrahepatic cholestasis, with no evidence of large duct obstruction, favouring a drug reaction; there was no evidence of relapse of the hepatitis (figure 3). She had not previously admitted to taking any unusual therapy, but further questioning disclosed the fact that she had been taking diflunisal (Dolobid) 250 mg bid for a month for her painful joints before the onset of this recent illness. With- 
